Postdoctoral research on the mechanism by which inherited mutations in cardiac Z-disc proteins lead to dilated cardiomyopathy (DCM). The goals of the research were to determine differences in both functional mechanics and molecular signaling in cardiomyocytes from nontransgenic and transgenic mice with the mutated sarcomeric protein nebulette. Data showed that DCM pathogenesis in transgenic mice begins with enhanced phosphorylation of the troponin complex, which is unexpectedly uncoupled to cardiomyocyte relaxation rate. These data provided a link between troponin phosphorylation status and cellular mechanical dysfunction. 
